Sulphate, the fourth most abundant anion in human several considerations raise the possibility that certain plasma, is known to play an essential role in a variety of the skeletal abnormalities seen in vitamin D of biochemical processes [1] . The importance of deficiency could result from abnormal sulphate metasulphate has been demonstrated recently by the identi-bolism. First, a number of the pathological features fication of mutations in a sulphate transport protein seen in 1,25(OH ) 2 D deficiency states are not easily (diastrophic dysplasia sulphate transporter; DTDST ) explained solely by changes in calcium and phosphate in three different types of osteochondrodysplasia, dias-metabolism. Thus, although hypocalcaemia and hypotrophic dysplasia, type IB achodrongenesis and type II phosphataemia easily account for the impairment in atelosteogenesis [2] [3][4]. In these osteochondrodysplas-mineral deposition typical of rickets and osteomalacia ias, undersulphation of cartilage proteoglycans is asso- [13], the disorganization of the chondrocyte columns ciated with abnormalities affecting the organization of seen in rachitic cartilage and the presence of abnorcollagen fibrils, the tinctorial properties of proteo-malities in the maturation of chondrocytes [13,14] glycans and the number and morphology of chondro-are more difficult to attribute to this mechanism. cytes. The severity of the phenotype appears to be Furthermore, changes in the physical properties of correlated with the predicted effect of the mutations proteoglycan aggregates in rachitic rat bone [15], and on the residual activity of the DTDST protein [4]. a reduction in sulphate fixation in the matrix of growth Despite their potential importance, sulphate levels are plate cartilage in vitamin D-deficient rats have also almost never measured in clinical practice, and little is been reported [16 ], findings that are consistent with known about the factors that regulate sulphate the presence of abnormalities of sulphate metabolism homeostasis in mammals.
disease. In conclusion, the recent cloning of two [2196] [2197] [2198] [2199] [2200] [2201] [2202] [2203] sulphate transporters has allowed us to examine by 17. Sagawa K, DuBois DC, Almon RR, Murer H, Morris ME. molecular techniques the mechanisms involved in the Cellular mechanisms of renal adaptation of sodium dependent sulphate cotransport to altered dietary sulfate in rats. border Na/Si cotransporter NaSi-1. J Am Soc Nephrol 1998; 9: 1568-1573
